express CD45, COL I and CXCR4 molecules, but in very low percentage at the beginning. Already after 8 days of culture in proper conditions, the percentage of differentiated fibrocytes (CD45+, COL I+ and CXCR4+) from SSc patients, increased up to 50 times and the HLA-DR expression increased up to 68%. Additional markers of progressive fibrocyte differentiation are now under test to further characterize the fibrocytes phenotype(s) of SSc patients vs healthy controls.
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